Pathological report (Professor W. D. Discussion.-This case is of interest for several reasons. The cause of the ascites remained undetected for three years despite the fact that the biochemical findings showed good liver function, the liver showed only congestion at laparotomy and sections of liver and spleen did not support a diagnosis of primary cirrhosis. The observation of venous congestion in neck was the clue to the correct diagnosis, and the raised venous pressure was confirmed by right auricular catheterization. Screening of the heart and kymography did not, however, support the diagnosis of constrictive pericarditis very strongly, for the left border showed free pulsation.
Before operation it was debated whether the ascites could be reversed in the presence of established cirrhosis of the liver, but these doubts were shown to be ill-founded and the ascites dwindled like magic following pericardiectomy. Undoubtedly one may expect greater recovery by the liver in secondary cirrhosis of the cardiac type. It is important to note, as shown by Katzin et al. (1939) that portal cirrhosis frequently accompanies central cirrhosis in the presence of chronic passive congestion.
An interesting speculation in this case is whether the perisplenitis had a common xetiology with the pericarditis. January 1951: The patient complained of severe burning pain in the feet. Examination showed cutaneous xanthomata in the folds of the palms, on the extensor surface of the elbows, and, to a less extent, on the soles of the feet. The liver and spleen were still enlarged.
Investigations. -Serum cholesterol 820 mg. %; alkaline phosphatase 110 units; X-ray of feet negative.
April 3 to May 4, 1951: First admitted to hospital. Her feet had become more painful; the pain had failed to improve with foot exercises, vitamin B1 and nicotinic acid. Examination showed further increase in the cutaneous xanthomata; there was also an increase in cutaneous pigmentation. The liver and spleen were unchanged, B.P. 160/95. No pigmentation of palate.
Liver function tests: Serum cholesterol 1,000 mg. %; alkaline phosphatase 88 units; Takata-Ara negative; thymol turbidity 15 units; plasma protein 7-5 grammes % (albumin 4-8, globulin 2-7).
Laparotomy (Mr. D. Barlow).-Showed a huge congested liver and a firm enlarged spleen. All bile ducts were patent, but the gall-bladder and bile ducts were small and contracted. A piece of liver was removed for biopsy.
Biopsy report.-Proliferation of the smaller bile ducts with cellular infiltration and little fibrosis. Biliary staining is moderate, the normal architecture of the liver is maintained. Sections stained for fat fail to reveal xanthoma cells.
Other investigations.-Prothrombin time 14 sec.; cholecystogram showed a non-filling gall-bladder; serum calcium 10.0 mg. %; plasma phosphorus 3 2 mg.%. Radiographs showed no evidence of skeletal osteoporosis or of xanthomatous deposits.
May to September 1951: The patient was treated with methyl testosterone, 20 mg. daily. There was improvement in the painful feet and diminution of the cutaneous xanthomata: the serum cholesterol fell and the serum bilirubin increased (Fig. 1) .
November 1951: Readmitted because of bleeding gums and a large haematoma in the right loin. There was immediate response to blood transfusion and vitamin K. The prothrombin time was not estimated until after treatment, when it was normal.
Comment.-This patient has chronic jaundice with hepatosplenomegaly, a high serum cholesterol and cutaneous xanthomata. These features are characteristic of "xanthomatous biliary cirrhosis", and the liver biopsy confirms that the essential change in this case is an inflammatory exudate around the bile passages. Although it was once considered in these cases that the changes in the liver were secondary to the raised blood cholesterol (Thannhauser and Magendatz, 1938) it is now believed that the fundamental lesion is a chronic intrahepatic biliary obstruction caused by a pericholangiolitic cellular process leading to fibrosis, the high serum cholesterol and the xanthomata being secondary to the biliary obstruction (MacMahon, 1948) . It is probable that some patients with primary biliary cirrhosis do not proceed to the stage of xanthomatosis (Ahrens et al., 1950) . A similar clinical picture may be produced by extrahepatic obstruction. The exclusion of extrahepatic obstruction is notoriously difficult (Sherlock, 1950) ; it has been carefully looked for in this case but there was no evidence of it.
